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Hospital emergency numbers

After recent alterations to hospital switchboard
equipment this hospital was obliged to change its
internal emergency number (the number dialled to
summon the cardiac arrest team). The change from
666 to 300, although reasonably well publicised,
generated some confusion among users. The tele-
phonists also were unhappy and regarded this new
number, which had been selected by the hospital
engineer, as unsuitable.

To find what other numbers were in use and
whether such a change had occurred elsewhere 1
contacted 72 hospitals in the north of England. I
found that there were 22 different emergency
numbers and that about a fifth of these had been
changed during the past five years. The number
222 was the most popular choice and was found in
about a quarter of the hospitals surveyed. Most
were simple numbers, being composed of a single
digit repeated three or four times (usually two,
three, four, five, or six and occasionally eight and
nine). Some numbers were more complex, being
either progressions—for example, 123, 234, and
345 —or symmetrical —for example, 212, 313, 515,
and 616. In about a 10th of hospitals semirandom
sequences had been adopted —for example, 311,
299, and even 3511). There was minimal uni-
formity on either a regional or district basis. One
city with five hospitals all within the same district

health authority had five different emergency
numbers. Replacement of switchboard equipment
was the only reason given for change of these
numbers. Surprisingly, only one hospital had used
999 as its emergency number despite its universal
acceptance outside hospital.

Obviously, differing and changing emergency
numbers are most unsatisfactory. Several factors
need to be taken into account when selecting an
internal emergency number for a hospital. Most of
the staff using the number do so infrequently, and
many of them work or have worked in several
hospitals—for example, staff in training and
agency staff. The number is often dialled in an
atmosphere of some panic, when reason, memory,
and coordination may be impaired. The number
should therefore be constant, easy to dial, unfor-
gettable, and obvious. The ideal choice for use
both inside and outside hospital is 999. A safe and
easy way of implementing this change would be to
add 999 as an internal emergency number to every
hospital switchboard. The existing emergency
numbers could remain operative until they fell into
disuse.

Advances in communication technology should
surely be exploited to simplify rather than to
confuse emergency procedures.

MARK W DAVIES
Department of Anaesthesia,
Arrowe Park Hospital,
Wirral, Merseyside L49 SLN

Coronary flow reserve and the
J curve

Dr John M Cruickshank (12 November, p 1227)
has been persistent in his contention that lowering
blood pressure too far may be harmful,'* but his
hypothesis is only one explanation for the available
evidence. The indifferent quality of the data was
highlighted by Dr D G Beevers (12 November,
p 1212) in his accompanying editorial. None of the
studies cited in the table on page 1227 allows strong
inferences about causality, and in most the number
of deaths from myocardial infarction was small.
The reanalysis of data from Clatterbridge (fig 4,
p 1229) was based on a total of 25 deaths.' It seems
that four out of nine points on the graph are each
determined by a single death. Furthermore, from
1972 10 1976 large doses of atenolol (up to 1200 mg
daily and occasionally even higher) were used in
the Clatterbridge clinic.’ The mortality during this
period was four times greater than during 1977-82,
when much lower doses (100-200 mg daily) were
used.? The possible implications of this observa-
tion have yet to be addressed.

The apparent consistency in juxtaposing the
findings of several studies (fig 1, p 1228) is
misleading. Some of the data relate only to patients
with pre-existing ischaemic heart disease' and
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some to allcomers,’ while two studies excluded
patients with previous myocardial infarction
altogether.®” As Dr Beevers points out, to sustain
his hypothesis Dr Cruickshank has to ignore
findings of ] curves in patients without ischaemic
heart disease.’” The Glasgow study* had a total of
257 deaths and clearly showed a non-linear relation
between diastolic blood pressure and death from
myocardial infarction, regardless of whether
ischaemic heart disease was present at entry
(figure).

Although we favour a different interpretation of
the J curve phenomenon,’ the fundamental issue
for the practising doctor is whether the data are
sufficiently compelling to warrant a change in
treatment practice—that is, to avoid lowering
diastolic blood pressure below 85 mmHg in
patients who may have ischaemic heart disease.
Those who argue for this policy are doing so
without first evaluating its feasibility (can blood
pressure really be controlled to within S mm Hg?),
efficacy (will coronary deaths be prevented without
increasing the stroke rate?), or resource implica-
tions (would more visits to the surgery or clinic be
necessary?).

We believe that no alteration of practice is
justified, but purpose designed studies should be
performed to determine the ideal blood pressure
during treatment. In Sweden a randomised study
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Quintiles of treated diastolic blood pressure

Coronary mortality in Glasgow Blood Pressure Clinic by
quintiles of achieved diastolic blood pressure for patients
with and without ischaemic heart disease at entry

designed to examine the effect of intensifying
the treatment of patients with a diastolic blood
pressure in the range 90-100 mm Hg has already
started.® Surprisingly, citing Cruickshank’s data,’
the investigators have excluded patients with
ischaemic heart disease on ethical grounds. Sadly
therefore, their study will not confirm or refute the
hypothesis in question. Further speculation on
the J curve phenomenon will be unproductive,
the priority should be to collect some adequate
evidence.
P C WALLER
C G ISLES
G T MCINNES
Glasgow Blood Pressure Clinic,

Western Infirmary,
Glasgow G11 6NT
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